Introduction
It has been long known that dietary L-arginine (Arg) is required for optimum nitrogen retention and normal growth for mammalian species (MILNER et al., 1974 ; MORRIS and ROGERS, 1978 ; DESHMUKH and SHOPE, 1983) and chickens (SUGAHARA et al., 1984 ; KINO and OKUMURA, 1986) and alleviates the adverse effect induced by dietary excesses of single amino acids in the chicken (YANAKA and OKUMURA, 1981) . Arg is antagonistic to lysine and thus, dietary increase of one requires an increase in the another (JONES, 1964) . In addition to its nutritional roles, Arg stimulates secretion of growth hormone (SAITO and SAITO, 1982) , insulin (MULLOY et al., 1982) and glucagon (ROCHA et al., 1972) in mammalian species. In rats, Arg also has a number of important beneficial effects for injured animals (BARBUL, et al., 1983) and acts as a cytoprotector against gastric injury produced by hydrochloric acid (TAKEUCHI et al., 1993) .
Recently, much attention has been directed toward Arg because it is a precursor of nitric oxide (NO), a compound with diverse biological activities (MONCADA, 1992 ; KNOWLES and MONCADA, 1994) . NO was originally identified as a factor which produced endothelium relaxation via stimulation of guanylate cyclase resulting in synthesis of cGMP (IGNARRO et al., 1987 ; MONCADA, 1992 (CHOI et al., 1994) and rodents (MORLEY and FLOOD, 1991 ; MORLEY and FLOOD, 1992 ; CALIGNANO et al., 1993 ; SQUADRITO et al., 1993 ; MORLEY and FLOOD, 1994 ; SQUADRITO et al., 1994) . However, the mechanism by which NO regulates food intake is unclear.
In Table 2 . The effect of L-NAME on the inhibition of food intake was dose dependent and caused a greater percent suppression as the dietary Arg content decreased.
The present study showed that the decreased food intake caused by NOS inhibition can be modulated by dietary Arg levels. The result that peripheral administration of L-NAME decreased food intake of normal diet (AS diet) was in accordance with previous reports in meat-type chickens (CHOI et al., 1994) and rodents (MORLEY and FLOOD, 1991 ; MORLEY and FLOOD, 1992 ; SQUADRITO et al., 1994) . On the other hand, the decrease in food intake caused by NOS inhibition was reversed by acute administration of large amounts of Arg (MORLEY and FLOOD, 1991 ; MORLEY and FLOOD, 1992 ; SQUADRITO et al., 1994) . The present study clearly indicates that the anorexigenic effect of L-NAME was attenuated by enhancing plasma Arg concentration through dietary Arg supplementation. To confirm, however, the involvement of NO itself, the direct mesurement of NO production or the use of NG-nitro-D-arginine methyl ester HCl as a negative control of L-NAME remains to be studied.
